of high specific heat. This is pre-heated with an electric blanket to 33-35°C, and the patient lies on it during transport from the ward, during operation and post-operatively for up to fortyeight hours until thermal and circulatory stability are assured. The chief advantages of this mattress compared with a water-circulation mattress and thermostatically controlled pump are its total freedom from accidental burns, resistance to damage with consequent failure, ease of transport and high degree of comfort.
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Comparison of the deep and surface temperatures of 10 patients on the heat-retaining mattress and 11 controls during open heart surgery showed that the nasopharyngeal temperature difference before and after surgery is halved in those on the mattress. The average surface temperature difference before and after surgery is altered from a loss of 0 80 C in the controls to a gain of 0 250 C in those on the mattress. These figures correspond with an average change in heat content of -36 kcal in the controls and -7 kcal in those on the mattress. It is noteworthy that the average surface temperature of those on the mattress was above the critical 33°C level below which cold stimuli are produced.
Heat balance during surgery appears to have been overlooked in the past, yet has much to contribute to the patient's welfare. 
DISCUSSION
Dr D A Buxton Hopkin (Charing Cross Hospital, London) suggested that the rise in temperature and vasoconstriction were part of the response to injury (a preferable term to 'shock'). Stoner (1969) had shown impairment of temperature regulation in rats submitted to a standard injury. Ibsen (1967) Mr Lunn said that many factors contributed to the metabolic response to surgery. Tissue damage predominated in the animal experiments described by Stoner (1968) because it involved hind-limb ischmmia, but similar conditions did not apply in elective surgery in man. Another factor (observed by Dr Vale and himself) was heat deficit resulting from exposure of the patient to cold. Control of this heat loss had little effect upon the survival rate in animals but in man it minimized the metabolic and vasomotor disturbance that followed surgery. REFERENCE: Stoner H B (1968) Ann. N. Y. Acad. Sci. 150, 722 Dr Alan Gilston (National Heart Hospital, London) asked Dr Vale how he could clearly differentiate between peripheral coldness from heat loss and the coldness due to a poor cardiac output. Dr Vale replied that the differentiation between peripheral coldness from heat loss and that due to a poor cardiac output was often difficult when it occurred without previous monitoring of central and peripheral temperatures. When heat loss had been prevented throughout operation, peripheral coldness was almost certainly due to a poor cardiac output and was not relieved by the administration of small doses of chlorpromazine. Isoprenaline was then the best drug to improve the circulation and thus permit vasodilatation and warmth to be effective.
Hyperventilation Following the Injection of Propanidid in Dogs [Abridged] by Eva Harnik MD FFA RCS (Institute ofClinical Research, The Middlesex Hospital, London) When I set out to find an explanation for the hyperventilation caused by propanidid, two features of the drug provided ideas for follow up:
(1) Unlike barbiturates, which are alkaline, propanidid is an acid solution (pH 51); notwithstanding the buffering capacity of the blood, the drug, if given quickly, could act on the respiratory centre as an acid embolus. (2) Its solvent is a derivative of castor oil and this substance could partially account for the pharmacological effects observed. Payne & Wright (1962) , working with a similar eugenol derivative, suggested that this drug acted on the pulmonary stretch receptors via the vagus nerve. Langrehr (1965) postulated a similar mechanism for propanidid and also suggested that this drug might influence the chemoreceptors.
The purpose of my experiments on dogs was to assess the importance of the acid factor and of the solvent and to attempt to clarify the role of the vagus nerve.
Propanidid is easily buffered with 1-2 mEq NaHCO3 per 10 ml of drug. Nine anmsthetized dogs were given, at intervals of at least thirty minutes, standard or freshly buffered propanidid in doses of 15-30 mg/kg intravenously or 5 mg/kg intra-arterially, each dog serving as its own control. Attention was concentrated on the changes in depth of respiration immediately following injection of the drug. The mean percentage increase in depth of respiration (average for all experiments) was 67 % after the standard solution and 36% after buffered propanidid. Although buffering the drug caused some reduction in response, this difference may have been due partly to unforeseen difficulty in maintaining an even plane of anesthesia in these preliminary experiments. However, the mere fact that hyperpncea occurred at all after injecting buffered propanidid suggests that acidity cannot be the only factor causing it.
A further 9 experiments were carried out under standard light anesthesia. Injections of propanidid or of its solvent were made through a cannula placed in the internal carotid artery. Blood pressure and spontaneous respiration were monitored simultaneously.
The experiments were divided into three stages: (1) The solvent alone was injected in an amount equivalent to that contained in a 5 mg/kg dose of propanidid.
(2) After 20-60 minutes 5 mg/kg propanidid was injected. (3) Both vagi were cut and, 3-5 minutes later, when blood pressure and respiration became stable, the same dose of propanidid was injected as before. Changes in respiratory rate and depth were recorded as mean percentage increase and compared with readings taken three minutes before the injection. The biggest single breath immediately following the injection was used for calculating the changes in depth.
Results
Stage 1: The solvent alone had a negligible effect on the depth of respiration but produced an immediate increase of 22-7 % in the rate, rising to 78-4% after 10 minutes; at twenty minutes it was still 54-8 % above the control figure. Stage 2: In contrast, propanidid not only caused an initial increase in depth of respiration of 54 %, which twenty minutes later was still 1 5%, but also resulted in an initial increase in rate of 10 5 % which rose steadily, reaching 97-5 % after twenty minutes. Stage 3: Vagal section made little difference to the change in depth of respiration produced by propanidid: 404% initially and 11 % after ten minutes. The rate, however, increased by only 6-7%, rising to 17% in ten minutes -a much smaller increase than with these nerves intact.
Discussion
These simplified results show only the predominant changes observed; the individual responses showed considerable variation. I hope later to present a further analysis of these changes, especially of the delayed onset of prolonged hyperpncea sometimes seen. No constant relationship was detected between the arterial blood pressure and the ventilatory response to this drug. Another factor awaiting clarification is the possible role of histamine release, as signs suggestive of this (urticaria and bronchospasm) were frequently observed following the injection of the solvent alone. The remote possibility that these changes may be due to small fat emboli caused by the solvent was not investigated; however, their transient nature suggests that this is unlikely.
Conclusions
The acidity of propanidid is not a major factor in the causation of the changes observed. Only part of the ventilatory response to this drug can be mediated through the vagus for, though the usual considerable increase in rate of respiration after propanidid injection is materially reduced by vagal section, the increase in depth of respiration is hardly affected when the vagi are cut. Some of the ventilatory response is undoubtedly due to the solvent; moreover, the injection of the solvent alone was invariably followed by a prolonged fall in blood pressure.
